SUMMARY Fibronectin is a glycoprotein found in body fluids, loose connective tissue matrix and in basement membranes. Fibronectin in pleural effusion was found to be immunologically indistinguishable from the plasma form, as shown by double-diffusion analysis. Fibronectin isolated from pleural fluid by affinity chromatography on gelatin-Sepharose had a polypeptide pattern similar to that of plasma fibronectin in SDS-polyacrylamide gel electrophoresis. In 28 patients with infectious or non-specific pleural effusion fibronectin concentrations in pleural fluid were 335 104 ,ug/ml (mean + SD), in 15 patients with malignant disease the concentrations were 369 173 ug/ml and in 26 patients with tuberculosis 441 + 103 ug/ml. The highest concentrations, 605 + 252 ,ug/ml, of fibronectin in pleural fluid were detected in 14 patients with connective tissue diseases. The results suggest that increased fibronectin concentrations reflect the presence of a pleurisy due to connective tissue disease or tuberculosis rather than other infectious or malignant disease.
Fibronectin is a high molecular weight glycoprotein found in body fluids and connective tissue and it occurs as both an insoluble and a soluble form.'-3 Insoluble fibronectin is found associated with basement membranes and in interstitial connective tissue matrix4 as well as in the pericellular matrix formed around cultured adherent cells such as endothelial cells, fibroblastic cells and hepatocytes. In these positions fibronectin apparently functions as a substrate for cell attachment and as a scaffold for cell migration and movement.'-3 The soluble circulating form of fibronectin was described over 30 years ago as "cold-insoluble globulin" as it coprecipitated with fibrin in the cold.5 The concentration of fibronectin in normal human plasma is about 300-500 tg/ml.6 (14) Five patients had classical rheumatoid arthritis with positive rheumatoid factor in the blood and pleural fluid and a low pleural fluid glucose concentration (0-1.2 ,umolll); three patients had systemic lupus erythematosus (SLE). Six further patients had an undefined connective tissue disease. In addition to the exclusion of any specific cause for the pleural effusion this was defined as a chronic (duration more than one month) bilateral pleural effusion which did not respond to antibiotic or tuberculostatic treatment and which was associated with parenchymal abnormalities and a decreased alveolar diffusion capacity. In all six patients the pleural effusion disappeared rapidly after corticosteroid treatment.
Pleural fluid was taken into EDTA and clarified by centrifugation at room temperature to sediment cells. The samples were stored at -20°C until assayed. ISOLATION (Fig.  A) . After reduction of the disulphide bonds single polypeptide bands were seen in the 220 000 dalton molecular weight region (Fig. LB) Compared with infectious and non-specific pleural effusion group (group 1) the differences between the means are significant at the levels *p < 0*005 and tp < 0-001. effusions. 
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